Letters adenomas, but by an accelerated evolution of the adenoma-carcinoma sequence.' 2 Can the conflicting data be reconciled? The central issue is the identification of genuine HNPCC families. A high proportion of our findings are based on a small number of very large families, one of which is known to harbour a point mutation in hMSH2. 3 Conversely, a high proportion of tumours originating from smaller families is now turning out to be negative for Moreover, a comparison between the control of TLOSR and satiety, which also requires vagal afferent fibres integrity,5 shows the difference of the two CCK forms in question. The inhibition of food intake by administration of exogenous CCK-8 is well reported. However, increase of endogenous plasmatic CCK6 or administration of exogenous CCK-337 has been found unable to induce satiety.
In conclusion, despite the absence of effect of CCK-33, a CCKergic control of transient lower oesophageal sphincter relaxations and gastro-oesophageal refiux cannot be excluded. Therefore the abdominal pain and changed bowel habit found in the reported patients of Aldoori et al are most probably due to IBS in people who happen to have been found to have diverticular disease.
The authors have not shown that exercise prevents diverticular disease, symptomatic or not. What they might have shown is that exercise prevents functional bowel symptoms, but a better designed study is needed to confirm that. We have certainly seen patients whose
